SUMMARY Spectacle correction of unusually hypermetropic refractions from age 1 year did not reduce the incidence of squint or amblyopia, nor did it lead to a reduction in the severity of residual amblyopia after subsequent occlusion.
The ability to predict which children are particularly likely to present subsequently with esotropia and/or amblyopia' is an essential precursor-to exploring the possibility of preventing these conditions. However, there is no point in prediction if prevention is impossible. Many children who present with squint and/or amblyopia have hypermetropic refractions at the time they present,2 and the first step in treatment is optical correction of these refractions. Since the only method of predicting squint/amblyopia was identification of hypermetropia at age 1 year,' it seemed logical to try optical correction of abnormal refractions from that age in the hope that squint/ amblyopia might be prevented. This had been suggested before,-" but so far as we are aware this is the first attempt to do it.
Patients and methods
The children reported on here were drawn from two population samples: (1) 
PROTOCOL FOR THE TRIAL
The refractive criteria for entry into the trial were either or both of (a) bilateral spherical hypermetropia of +2-00 DS or more; (b) anisometropia of + 1 00 or more D sphere or cyl.
Once a child had been identified as having an abnormal refraction, the mother was told that her child had a refraction which we thought was unusually likely to lead to the appearance of squint and/or amblyopia. It was not known whether spectacle correction would prevent these conditions, but, if she wished, her child could enter a trial designed to show if this was possible. It was explained that the rules of the trial required that her child would be randomly allocated to wearing glasses or not, but that she had to decide whether she wished to enter the trial before the random decision for 'treatment' or 'no treatment' was taken. The child, treated or not treated, would then be followed up every three months until the age of 31/2 years or soon thereafter, when it would be possible to obtain an accurate assessment of vision. If in the meantime squint was detected, conventional treatment would be given.
If a child entered the trial and was randomly allocated to wear glasses, the prescription of the glasses was based on the cycloplegic retinoscopy with 2-00 D subtracted from each meridian of each eye. Spectacles were prescribed until refraction came within normal limits, that is, <+2-00 DS right and left, <+ 1-50 D cyl, <1.00 DS or cyl anisometropia.
This protocol lacked many of the features of an ideal controlled trial, principally because the future course of events was unknown. For example, it was 851 impossible to plan the number of children to be included in the trial, because it was not known what proportion of children allocated spectacles would wear them, and it was impossible to speculate on what the drop-out rate would be.
One hundred and forty-nine children did not enter the trial. Those living in Kettering were not followedup, but those in Rushden were reviewed at age 31/2. Further information is available on 44 of these children. The incidence of visual defects does not differ from those included in the trial.
CONDUCT OF THE TRIAL Every attempt was made to encourage regular review, but many attendances followed reminders sent through the post and it was impossible to achieve the ideal. Some of the children who were lost to follow-up moved from the area, but some information has been obtained from colleagues elsewhere in the UK. Therefore the end result has been recorded as the last known visual acuity of the eye with lower acuity, with spectacle correction if necessary, and after occlusion had been given and often some time after occlusion had stopped.
The two groups of children (those screened after atropine and those screened after cyclopentolate) have been pooled after allowance was made for the (approximate) 0.5 D7 difference between a refraction after atropine and after cyclopentolate. The refraction recorded represents the cyclopentolate equivalent of the highest amount of meridional hypermetropia at age 1 year. 6 (1) 3 (2) 1(l) Afirst attempt to prevent amblyopia and squint by spectacle correction Results Tables 1 and 2 summarise the findings, indicating the refraction at age 1 year (more or less than +3-50 D meridional hypermetropia) and the last known visual acuity, the presence of squint, and whether occlusion had been given. Table 3 records the incidence of squint.
The incidence of squint among all those drawn for Treatment irrespective of whether treatment was given or not was 19 out of 129. This is less than the incidence of squint in those drawn for 'no treatment', 28 out of 136, but the difference is not significant (p=028).
Discussion
The findings in this series of children confirm three observations made previously'": (1) amblyopia is more predictable than squint; (2) amblyopia is significantly related to meridional hypermetropia at age 1 with a cut off point at +4O00 D (atropine) or +3-50 D (cyclopentolate).
Unfortunately, however, it is clear that spectacle correction of hypermetropia or hypermetropic anisometropia from age 1 year has not contributed to the prevention of squint and/or amblyopia. Even after additional occlusion treatment the acuity of the 'treated' group was the same as in the 'untreated' group. It must be said, however, that only onequarter of those who had occlusion had it before age 3½/2 years. This was because in many cases visual acuity was not assessed before 3½/2. It will never be known whether the final acuity of these children would have been improved by earlier and perhaps more enthusiastic occlusion therapy.
Our previous paper9 drew attention to the observation that children who are likely to end up (under current methods of management) with the most severe amblyopia are potentially identifiable because of highly abnormal refractions in 3-7% of the population at age 1 year.9 Better results might be achieved if we knew why this particular project failed. Four possible explanations come to mind. Firstly, occlusion was given too late and not enough was given. We think it would not be easy, in practice, to demonstrate that earlier occlusion would be more effective, particularly in those children who do not have additional indicators of severe amblyopia such as constant uniocular squint or considerable hypermetropic anisometropia. It is worth pointing out that amblyopia does not inevitably follow uncorrected hypermetropic anisometropia at age 1 year. Secondly, the known facts about form vision deprivation during a sensitive period may not be relevant to the aetiology of squint and amblyopia in the absence of ocular disease such as congenital cataract. However, if they are relevant, the sensitive period may be effectively over by 1 year, and preventive treatment at this age may have been given too late. Thirdly, it is possible that our traditional basic management (spectacle correction of abnormal refractions, particularly hypermetropia) of squint/amblyopia is wrong. Fourthly, in some instances squint and amblyopia may be due to congenital/familial neuronal abnormalities somewhere along the visual pathway and that these happen to be associated with congenitally determined refractive abnormalities.
The easiest one of these to explore is the possibility of earlier optical correction of hypermetropia, and this is currently being tried from the age of 6 months. 
